and resulted in higher plasma t-PA antigen and activity concentrations during bradykinin Infusion (11.3+0.8 vs 6.6~0.5 ng/mL and 16.5t3.9 vs 6.6k2.0 IU/mL at peak bradykinin dose: PcO.002) and a doubling of estimated net t-PA release (PcO.05). Conclusion: Intra-arterial TNF-a causes an acute local vascular inflammation associated with a substantial and sustained increase in local t-PA and IL-6 release. TNFa also impairs endothelium-dependent vasomotion and augments acute endothelial t-PA release. These findings indicate that TNF-a has potentially adverse and beneficial effects on endothelial and vascular function. 245 p.m.
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Methods:
Vascular injury was induced by placing a cuff around the right carotid attery.
Wild type mice and iNOS -I-mice of the same background were exposed to passive smoke (1 agarettelday) or filtered room air. Expression of iNOS and PCNA in the arterial wall 3 days after injury was determined by immunostaining. Nitrate and nitrite (NOx) level 3 days after injury was measured by Griess reaction. lntimal thickening was measured 21 days after injury.
Results: iNOS expression in wld type mice exposed to passive smoke increased compared to mice exposed to room air, and was not detected in iNOS -I-mice. lntimal thickening in iNOS-i-mice exposed to passive smoke was profoundly reduced compared to wld type mice exposed to passive smoke (Table) .
Medial areas were similar in all groups of mice.
Conclusion:
Our results suggest that iNOS expression is a key mediator in the augmented response to injury in mice exposed to cigarette smoke. iNOS may mediate vasoocclusive effects of exposure to cigarette smoke. 
